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The effects of the selective B-adrenergic receptor agonists

on the ability of human synovial cell proliferation
Wei Wei Wu Huaxun Fu Jingjing et al
( Institute of Clinical Pharmacology Anhui Medical University Key Laboratory of
Anti-inflammatory and Immune Medicine of Education Ministry Hefer 230032)

Abstract Objective To observe the function of B-adrenergic receptor ( AR) agonists on human fibroblasts syno—
viocytes ( FLS) proliferation and explore the effect of B-AR signaling on FLS function. Methods Tissue culturing
method cultured human FLS; using TNF-« as a stimulant; MTT method was used to detect the effect of B,-AR se—
lective agonist dobutamine and B,-AR selective agonist salbutamol on the proliferation of human FLS and calculate
the proliferation inhibition rate. (3,-AR selective antagonist ICI 118551 was used to observe the effect on FLS prolif—
eration; Western blot method could detect cell membrane protein expression level belonged to FLS B-AR GRK2
and B-arrestin2 on human. Results TNF-« could significantly promote the proliferation of FLS on human B,-AR
agonist salbutamol could significantly inhibit the proliferation of FLS and its antagonist ICI 118551 could signifi—
cantly inhibit salbutamol action. ,-AR selective agonist dobutamine had no significant effect on the proliferation of
FLS; TNF-o and salbutamol significantly decreased B,-AR expression of cell membrane and up-regulated GRK2
and B-arrestin2 expression in cell membrane. Conclusion The activation of 8,-AR signal can inhibit the prolifera—
tion of FLS; TNF-« and salbutamol can increase the expression of GRK2 B-arrestin2 and decrease the expression
of B,-AR in cell membrane.
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